element (buffer base) but the mortality is high in this group, even though the newborn infant can withstand much greater variations in its blood chemistry than can the adult. The Despite expert management of diabetes during pregnancy the perinatal mortality associated with this condition is still two to three times greater than the average. The reason for this is unknown. Over twenty years ago White & Hunt (1940) drew attention to the occurrence in diabetic mothers of calcification of the uterine arteries, visible on X-ray plates; they believed that this might interfere with the circulation in the maternal side of the placenta. More recently Berglund & Zetterstrom (1954) , studying newborn infants of diabetic mothers, found an abnormally high lcvel of nucleated red cells and an abnormally low oxygen content in the umbilical venous blood. They deduced that the high incidence of feetal deaths might in part be due to hypoxia. However, Brudenell et al. (1961) failed to demonstrate any significant slowing in the myometrial circulation, measured by radioactive sodium clearance studies, in diabetic patients with or without pre-eclamptic tox,emia, and Peel (1962) was unable to find satisfactory evidence of feetal hypoxia in diabetic babies in whom he studied the oxygen content, saturation and capacity and the haemoglobin level in umbilical venous blood.
The present report concerns a histological study of the arterioles of the placental bed. It was thought that if foetal hypoxia played an important part in causing the high perinatal mortality characteristic of diabetes, changes similar to those described by Dixon & Robertson (1958) in preeclamptic toxemia and essential hypertension might be present, especially since co-existing hypertension and pre-eclamptic toxemia are common in diabetic patients.
Placental bed biopsies from 54 diabetic patients delivered by Cesarean section were examined. Most of the patients were under the care of Sir John Peel at King's College Hospital. The histological material was examined by Dr Albert Claireaux and myself independently.
The technique for obtaining and preparing the placental bed biopsies was essentially that described by Dixon & Robertson (1958) . Three of the 54 biopsies showed arteriolar narrowing (Table 1) . Two of these came from patients with severe pre-eclamptic toxwmia superimposed upon mild essential hypertension. The other was from a primigravid patient, aged 22 and known to have diabetes for twelve years, whose pregnancy was otherwise uncomplicated. All three infants were born before the 38th week and all survived. Essential hypertension, defined as a blocd pressure persistently higher than 140/90, occurred in 11 cases ( Table 2 ). None of these had arteriolar narrowing. Pre-eclamptic toxaemia without previous essential hypertension occurred in one patient and here too the decidual arterioles were normal. Pre-eclamptic toxaemia superimposed'on essential hypertension occurred in 6 cases, 4 of whom developed proteinuria. In 2 of these severe pre-eclamptic toxaemias arteriolar narrowing was found. In the remaining 36 patients no essential hypertension or pre-eclamptic toxxemia was present and in one of these arteriolar narrowing was found. Five babies in the series died (Table 3) , 4 of them in association with severe pre-eclamptic toxeemia and the fifth due to multiple congenital malformations. In none of these were the decidual arterioles narrowed.
Conclusion: Narrowing of the arterioles of the placental bed is not a feature of diabetic pregnancy even when this is complicated by essential hypertension. There is thus no evidence from this study 
